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HRE, FBRK PR EERHARAMILTEZILAER ",
HER2 28 635 T 5: 304N A Y 3k 5 Ak, 355 eboge 35 /= % VT AH
%o MRANA HER2 i 3635 32 28 fh 9% 3 [ % 5 3 9
CHOFEHEY 1T E, RT3 5L 1 3 HER2
FeIk  HBH R AR ST & BN S 2 R R 3 104 o 200 Al 2 1
B HER2 ()55 238, M 31 HER2 755 2 36 41 g i 7% SR s
FRF R AL A S 5 SRS 09 38E XF HER2
ARKE T H N HEEMIEH. HER2 B W% 5% 2%
HER?2 J& ghF iR =4 F 7o A s X1 B 00 1 ) 9 4
Ll T ZHE M, 2N F I HER2 5 3l 1800 i =X
YERTI RN S 7 B 2 A5 8 S a2 , X W H0 17 HER2 B4 b3
TRYT SR AR TR L

1 HER2 F3IFHI4EE

1.1 S5FtE

Tal %27 1987 4F FIAZ MR AP 5296 1 U 2 T HER2
SRS FRINIE, KB HER2 HA 2 M SRR i, — MK
T TATA &M EERIGAE + 1 MI— AT TATA &
B R R IR A7 1569, $ 78 HER2 HA 2 B #E F AR A ALH,
HER2 J& EGFR F M5 , 5 EGFR R4S My FI L BE & AR
{EPT# 895 sh T B W B R R B4EE . EGFR 2N 37
AR TATA &1 CAAT & ,{H&7 GC £, 11 HER2 J3
SIFHIAHR,TC GC &, (AA MBI TATA &H CAAT &, 47
WA F-22 bp FI-71 bp At HER2 5K B neu 3L 5 357 A
A 78% HIFHI TR A neu KR S 3 T A AEAE RS 19 TA-
TA &. HER2 J5 317 — 2 7E TATA & CAAT &
ZIE 4 27 bp GGA/TCC BEAHE 5 P41, 35 5540 (1 56 i i
HX(MAR ) EES, 45851 KBk B 51 m] eI
“IEHELE R ) DNA JE X, BROM He-DNAV', GGA/TCC A
FFEHAFHE T neu JH 37X, 7€ EGFR Ja 37 W% /7 5 LU
M HAMYIERTEAE . 1AM, HER2 2 31 778 CAAT & iy B

T X IR A 2 XHABLAG IR SC 5
1.2 THEEHHE

J& B TR s AR L A T R ST S B F I RE Y I
HHFBL, X HER2 2 579 813 X.( 5" UTR )500 bp/
6 000bp MYFHIHEAT Bk T B8 434, 3+ L4 HER2 15 323k Jif
AN R R R AN R P HER2 )3 8h il bk, & w4
T « I A0 8 3 FA9-300 bp 4488 T HER2 DR A K87
BEFIH M, TT-300 bp LIS 5" UTR HAEA S 00055 1Y 0% 1
FH Bk A] REE 0 6178 FH s HER2 J2 367 14 4 70 i 9 20 Jife. HER2
B2 B —E M IEA . Scott 2514 F DNase 1 #B UK
SEEGIRIESE , 7E HER2 2£K 5"UTR #9-6 000 bp XA 7E—4
T B BRGSO X)), TR0 R B F R TATA
B s HER2 &5 &35 A Z2( MDA453, BT474, ZR-75-
1) Fe HER2 i3 ik b2 40 g Z&2( MCF-7, BT-20, HBLI10O )i
71 HH S8 (AR SRR AN A5 5, $E A IR 40 Bl 7 #E IR B HER2
Ja ST EHLE]

2 Z5HER RFAEHERETF

FERE L R AN i P A AR 2 R T A R M e 5 HER2 5
BIF454 1 DNA S5 68 M, e N4 5: HER2 1Y = K454 5¢,
A A0 B e A PR P R T A, 5 NS e 1) R A DDA
Ko
2.1 AP2

AP2 BREFMWRHE TN F, EE&H AP2a, AP-
2B Fl AP-2y3 IR, EATH L Z RIKTE X454 5 6C
F B0 DNA o . BLE R AP-2 5 i 4 ) 2 3L I o
HER2 &A% YA . Hollywood 405138 5 DNase [ JE i
SLEWLELF HER2 B 87213 ~ 221 1Y GCTGCCAGGC 51
LI HER2 5 R AL AN M 22 RO A% 32 A BR 4, AN B
b HER2 fIRFR5 7L 40 2R (R A 3R M AR 90, O A i 32
WA E R 5 B e RE R LS A B Y R, Bz R OB-2, B
JERFSEIES: OB-2 Bl AP-2 ¢!, AP2 L[ = B IKEK
ST RIRIIE L A 1E HER2 JB 31T R IE IR (A S 52
B @R AP2a, AP2@ Hl AP-2y A LI ¥ i% HER2 Ji 5
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F, AP20 Fll AP2y (TG TELL AP2y 573 ~4 5. AP-20 Al
AP-20 7ERZ 5 HER2 & 25 M FLARIE 40 R h iy R ik &
WAL 7~ AP2a I AP-2y 7EMR 41 HER2 3 i
FIFER . BR T 7€ HER2 .08 8 F IX BAT AP-2 8550745,
Winkler 2517/ 7E HER2 AE4i 51X -506 ~ 489 Abik % B T —A4~
B AP-2 4547 5 GCCCCGGGG, ¥ AP2 A B i i 35
71, AP-2 BEfE R &5 G 2 AN s T & FE U RIAE F . Winkler
SETIHEI, SN AP-2 Ab TFARACE-IE, AP-2 8 5 %
F1I1H9-506 ~ 489 {7 s 254, Mi-213 ~ 221 S A & 9, It
it HER2 Jash Fidtd i 24 AP-2 i 3K, AP2 4 [F]
A o BRI A0 ) 67 5, BT R K358 T HER2 Jig 3 7 9 7%
2.2 FEts Kk

Ets WA 30 245, DNA &5 & 38058 BE 4 ~F, IR 51
GGAA/ T —EUTH , F RN 3 751 3 [R] B 1 45 A 1 e S Pk
B48 HER2 J5 3T GGA R FHIHY T i X & — 14> Ets
454037 #( ets binding site, EBS ) EBS —ANl MG,
HRAS Al HER2 J5 3T 15 M R 4 60% 4 . #F98 %W, EBS
1 GGA EE T EA BRITAIEA, Ets 256 51550 v)
fiif HER2 J& 87X DNA #if &A= 2 ih , MR il He-DNA 4544
T B, 1M He-DNA 2544 19 & R T $2 00 Ers 3235 EBS .
B4 M HBEERE RS 5 N HER2 JH 3 7%
I Ets, PEA3, ESX, ER81, Elfl , GABP( #B 5% Bl i Hy 1 ik
A, PEA3 Fll ESX #7E HER2 it 3K AL I g 21 4L e 5
Fik, WK, HER2 5 PEA3 Fll ESX Z [ 4A7E S i ,
HER2 i id Ras-MAPK i& 12 #{ 7§ PEA3 Al ESX A& ik, 1M
PEA3 1 ESX A H4E141% HER2 J5 3 T tk. SR, X TE
1% HER2 J& 2l F B9 TRAEALE M A 7E S, 1F COS-T i,
PEA3 F1 ESX 7] DL HER2 3 3 7-if ¥, (H7E HER2 3%
IKE) SKBR-3 ZHffiH PEA3 F1 ESX H17= A= 4V 1, 40 78
HER2 7535898 40 i o, PEA3 F ESX w] g 12 5 3 i
LIRETESRAY Eis 3E4454 EBS i K4 . ER81 I EIfl 7]
PA7E 22 FhpL IR es i 22 ( 245 SKBR-3 41l ) hif s HER2 J
BT RYTE PE, E R 4 ERST K Elfl 5 HER2 #ik7K
IR, BTN RGN T HER2 5 R B 0 HE T 45
&, GABPa ik 5 HER2 ik M &, H K4 L 6K WoR
GABPo 5 EBS X LMK E M 1454, GABPa 5 HER2 %% 5% 14
B R A TRk — s
2.3 BEFHEH(NMP)

NMPs S2AZ LT P 3R U85, P2 HE DNA IR 1) 25 F9 42
A S ER R B F T E X MAR ) 53 RAVE R, N
1 NMPs 78 & [R5 st s iR F 2R . Raziuddin 25°' %
T —Fh Pl AR R 4 S (9 NMP, 5 HER2 $t3%35 TRLIR
JiiJed 2 2R sk FLAR IR AN 2R, R 263K T IE# ZLIRAL 2L, WP
YR IZE R S HL S5 HER2 JEH S 31T MAR 454
— ULk, MAR ZE P AE AT 5 X, (H2 HER2 J3 3 71
MAR {7 F GGA E&EIX( Bl GGA EHEJFH ). Raziuddin %5
it MAR JPA0E SR A0 20T I FLIR g b 43 B slifk T2

Mo R NMP A LA 40 R A% 3L T NF-«B R
AL R R B, A3 NMP AT LA N NF-kB (9 DNA 454
67, Dejardin 252 JRRG 418 , HER2 3234 1Y s 240 itd. NF-
kB ] DNA Z56 36 T IE W 41l T 7€ HER2 53+
MAR P4 2 45 & NF-xB £5 607 5 0 X3, K It Raziud-
din ZEHED , NMP 5835 MAR % T 40 0% 2205, 16 53
B SRR A0, NF-B ) ¥ B2 340, DT 38 58 1 %% S B 19
DNA G54 0. XL IR b3 20 4L 0 1F % FLIR 2H SR L TR )
Go LI A3 M & B, NF-kB HAEAE T LR 88 2 20 19 A 35k I
1, Bk NF-«B,NMP 2 H R B R F T2 5 HER2 5
b T R F 2 S 42 W R T 9

2.4 MPEEkEN Ik EAFESEEEN (RBPIk)

Chen SF7EMFSE 5 HER2 J3 3l X 19 38 SO 51 45 4
i I ( palindrome binding protein, PBP Y & PBP 2 —14
SRR, 69 kD A o WERAF 60 kD [ B AN, o
WAL HLA DNA 254506 M, B8 -5 AN 18 SO 81 A9 38 43 IX 35
G4 RBIBIAZ O FHI R TCGGGAG, T B 3lF BAf BERS HE AN o
TR B 4 A T O i — A e 4 R & B PBP B
RBPJk,op WH07 1] fEJE RBPIk MU BIUIE R, ek
B, RBPJ« 5 HER2 Jii 3+ (9 95 4~ 38 3C 7 51 25 &, R 14 Jm
HER2 J3 37 MT5 o Jarriault 25 %) B 88 47 57 & #, NOTCH
ML P BBt NOTCH-IC ) AZJ5 RT3 Sul H) /9 DNA Z547%
P ,Su( H)J2& RBPJk FYRJEE A", Chen 28 V5T Jarri-
ault 25 AFFT 25 5 K MHHE RBPIk 5 NOTCH-IC W fig 3 A
PR HER2 B e 5k, A A 2L 4 5056 25 2R 1B 7, NOTCH-
IC AT RBPJk M2 %% 538, RBPJk-NOTCH-IC /2 IR Jifi &
B A — K T B3 N 5 K, HER2 ZE IR IR LU 12 %
%, 7R RBPIk HhR] NOTCH-IC AIRETEIRIG A B &5
HER2 SERIZRIA M . SR, bR 40 L HER2 +F 33k 2 A5
5 RBPJk-NOTCH-IC 38 B3 A OC B 1 i A 0l

B [R5 T4, c-Myb, p300/CBP Fll ZONAB 4t %
5T HER2 By 4a 2L il aod X1 P G 1R S 4 4 5%
PR T B R g 3h - 0 P S R SR AR i S AR O
T, BE— 2R B S S IR 75 T BRI HER2 i AL
S K B 2 o PR A 2

3 B[ HER2 BRI FiE T BRI REE

HF HER2 758 & A= B (9 B 2R, & B BB HER2
V4T i 988 36 7 5 Wb 137 32 1 2B . B HER2 2R (1 H 4
Herceptin & _E 17, FIF HER2 2 3235 g A I IRYA YT o 45 F
L HER2 Ay 5004 28 T I 2 IR 5 00 ) 70 2 SUAZ TR 1)
WA B TAR KRR . H R X B2 i R iR 54 N
BIBOR . TS Bk, 3 2 ~ 10 3% DAY HER2 HE A 351
T L BEL b ek 4 M 22 T 10° > HER2 43 T 14 B 9 A5
B PR, A bR 0 HER2 3F 283K B LA i A 1 0
ZFE ] HER2 J& sl FIG M 078 7 g O 2 28, K30 LA
A RANTE 3 2%

3.1 # HER2 J& 8+ MY i i i R+
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REL & B, B BE A G AR (T RE RS 4 ] HER2 J3 111
TR, AN 22980 B 4 9 T30S R 7 3( PEA3 ) .5 AR B R
HIX 1TACELA )R SVA0 K THiR . HAMEE B, B 11#0hE
AR HER2 23k, i HER2 B Ras A R e K., R
EENHPEEMH] HER2 #% 5%, (HE 184 HER2 J3 3 F 1 HL
MR, PR, PEA3 SE4 454 EBS v s ifi 1l il HER2
JRBhFIEE M E1A A SV40 K T HiLJF#E HER2 B3 F G
ELHER I 5, T EE p300/CBP A ), E1A 1 SV40 K T
BUIR N s B 5 s 10 ) PR, AT LA p300 A EL AR T, AT 410
il p300/CBP % HER2 By sk G /E o dh i 52 3k 52, iR
AR F19 PEA3 Il ELA JE AT BB RLFE AR w7 98 /1 B
FET-H,E1A BELPNAYF B &8 A TG 5E T #5051, &
T, RARAFAE 5% SR R 7 ELAR REA ) HER2 %% 5%, (R T
AT DR PR B, T R e R 5 A A [ P67 a5 1 Bk
PGSR

Beerli 2B T4 5% A7 Al F5E S0 M 752 HER2
ko fE HER2 JE[H-24 ~ 7( AHXTF ATG )AL 6 MiELEN
5'-GNN -3'J#31 , Blast JF5 431 8 /R X — J7 51 & HER2 4% 5%
PERY . 5'-GNN -3/ RS MR DI BAr, I X — 45
AT AR He 35 2 ( modular building ) 77 2T i T 2 Mtk
F8 8 H( polyactyl zinc finger protein ) )3& K, 2R J5 # 1 3 [H 5
PO RN G5 R 3R 1 2R I 4 KRAB, ERD 3% SID )il & 3%
ik, NI T — 28 Reds A HER2 458 9N 46 St
o MRAMIIES R, X A S F B R K FEfIK SKBR3 1
T47D ZHffi R 1) HER2 ik, IFE 4G 3 G1 ABH A .

3.2 TWHFHET S5 HER2 J3 3 THIFI 44

AP-2 Fl Ets 5 i 98 4t Jifd =5 3% 35 HER2 %5 YJAH 3¢, B 1R
AP-2 il Ets 55 DNA U1 551 (45 4 T REM% K40 i HER2 9
ik Hollywood 2571 % AL fib I8 244 4 W T 4 LA 410 1
AP-2 DNA #5516 PER/E AT, Rl 40 T 4 4b 38 )5 7T fff MDA-
453 A FR HER2 £XKFIR THe. &M TRESHE
TIPS E &P AR E LS. AP2 S HFRA L,
XA RE RS T 4NN AP-2 DNA 55 TR R . BR4E
BT Ve R AR S ny  (HE) g 38 15 HER2 8 3 A7 i
TGP T BB T B . Chiang 25" %3 T #L 1 EBS
MIFELF 51 7 bp AL DK 22 B e, B RE S DNA BBE Y /A
VARSERIN 256, nlAH] Ets 5 EBS 454, MK HER2 119
JAEh TG, Basye 55 BT T LA GCA HAE AN =T
B H R( triplex-forming oligonucleotides, TFO ), TFO ] LA F1
GGA R FHIE i Hr-DNA 4544, FLAF Eis 254 F EBS i/
M
3.3 HER2 & shFIRSh e A 3 B ik

HER2 Ji 3h 176 i 98 40 i v 0 v 14 5, B ke HER2 5
Bl bR A A0 IR B4 G ) X ER A it A Sk TN, AT BE SR
AL AE HER2 155 223K MR 40 i v 1) R 5 1 s 363k, 2R3k
FIA A LA = AR B M ) 25 W 5 Ak R A B B 24, AT
SEBAXT HER 5 28 1 B8 200 M A0 6 Stk 2 51 20 s — e g
FRZ R F BT 21 305 773 97 ( Genetic prodrug activation thera-

py, GPAT ). Pandha 5544 K HT 17 L W5 1 i 2 il 25 X1 CD )
BT HER2 JJh FIREhZ T, W& T T HER2 & RiEFLIE
FEIRIT L R 34, CD T K JE 40 i 2 P 1Y 59601 s BE
( 5-FC)#:4kK 5-FURMERE( 5-FU ),5-FU &40 S #5 RNA FI
DNA & R5R F M50). #5 CD 2R 5 A B R & MEFL
g 2k, R 45 3 I H 5-FC, AT WL CD fF HER2 75 %3k
FIFLIR R AN P AR R, RO A IR . T WK
R B /R IX — GPAT SIS L H 5

4 % iE

JRIE S HER2 76 NS 2 Fh iy i g Al R v A 25
BVER, I —EAE M RR T A F A2 . BEE IR
Y HER2 3o 3R 5 SIS DL 09 2 20 M BT, 36 F HER2 J8
BT B0 ) 25 9 0 R TR I N R . AR
HER2 5B RS A fe i — 2P R A 1. HER2 2R
LA BT X LASI A R 45 5 51 A 6 A B 5, B Y DNA I
AR TR 57 B 19 22 4% O HER2 /& 3235 R VR T
25T R IR AL RO AR 2. R RS S B A
FERIBLR 3% s A (B B B R VR FH 24 /5 HER2 % s i 45
PRI T, I BR 6 S B [T IG5 TR 4 AR AL oy 298 45 24
YRR 25 R 7R
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